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\ = effecting the cardiovascular system will provide information that will link specific sources to adverse = . o . Ehaihals Zombusttllon PM n;duced all:eratlon: in carduo\l,)ascu:‘ar r?ene exfpressmr:) to be cgll'\lnducted, ang - I8 o T TG (s O e e e GBSl TS Ty
[ ] f g g 2 a q q q q g a o A AR i insight into tl i i ifi ti - iat u
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